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Figure S1. The efficiency of overexpression and silencing miR-744 and the effect of 

miR-744 inhibitors on CCL2 gene expression. We transfected RMCs with miR-744 

mimics or NC mimics at 200 nM (A) and miR-744 inhibitors or NC inhibitors at 400 nM (B). 

Then qPCR were used to determine the expression of miR-744. (C) RMCs were 

transfected with miR-744 inhibitors or NC inhibitors (400 nM) for 48 h, then cells were 

stimulated with type I IFN for 24 h. Then CCL2 was measured by qPCR.  

  

 

 

 

 



 

Figure S2. The effects of miR-744 on type I IFN signaling pathway in Hela and HEK 

293T cells. Cells were transfected with miR-744 mimics or NC mimics (100 nM). 24 h later, 

cells were stimulated with type I IFN for 6 h. Inflammatory genes were detected by qPCR 

in Hela cells (A) and HEK 293T cells (B), respectively. Cells were incubated with type I IFN 

for 15 min, then protein were harvested. And the phosphorylation of STAT1 and STAT3 

were detected by western blot in Hela cells(C) and HEK 293T cells (D) at the indicated 

time point. 



 

 

 

 

 

 

 

 

 

 

Figure S3. Statistical analysis of the effects of miR-744 on the protein levels of 

PTP1B. RMCs were transfected with either miR-744 mimics (A) or inhibitors (B) and their 

corresponding negative control (NC) mimics or inhibitors. Then protein were harvested and 

western blot was performed. The quantification of the intensity of band signal was done by 

Image J, the relative expression levels of PTP1B were normalized to β-tubulin (A and B). 

(C) The efficiency of PTP1B siRNA. RMCs were transfected with siRNAs or NC (200nM) for 24 h. 

Then protein were harvested and western blot was performed. The ratios of PTP1B to β-tubulin 

were calculated and the ratio of NC group were arbitrarily set as 1.  

 

 

 

 

 

 

 



 

Figure S4：Full-length blots/gels of pTYK2 and TYK2 in the Figure 2A in the main paper.  

 

 

Figure S5：Full-length blots/gels of pSTAT1 and STAT1 in the Figure 2A in the main paper. 

 

 



 

Figure S6：Full-length blots/gels of pJAK1 and JAK1 in the Figure 2A in the main paper. 

 

 

Figure S7：Full-length blots/gels of pSTAT2 and STAT2 in the Figure 2A in the main paper. 

 



 

Figure S8：Full-length blots/gels of p-P38 and P38 in the Figure 2B in the main paper. 

 

 

 

Figure S9：Full-length blots/gels of p-ERK and ERK in the Figure 2B in the main paper. 



 

Figure S10：Full-length blots/gels of pSTAT3 and STAT3 in the Figure 2B in the main paper. 

 

 

Figure S11：Full-length blots/gels of PTP1B in the Figure 3E (left) in the main paper. 



 

Figure S12：Full-length blots/gels of PTP1B in the Figure 3E (right) in the main paper. 

 

 

Figure S13：Full-length blots/gels of pSTAT1 and STAT1 in the Figure 3H in the main paper. 



 

Figure S14：Full-length blots/gels of pSTAT3 and STAT3 in the Figure 3H in the main paper. 

 


